Controversial views on the postviral fatigue syndrome ("myalgic encephalomyelitis") were critically appraised in their historical context and recent advances in research (virology, immunology, neurophysiology, histopathology, and epidemiology) reviewed. Flaws detected in certain aspects of recent research included in particular failure to define fatigue, inadequate assessment of psychological features, and absent or inappropriate control groups. The findings suggest that the fruitless dichotomy of "organic versus functional" should be replaced by a multifactorial approach. Most important, epidemiological studies with explicit operational case definition are essential before progress can be made in the management of this distressing disorder.
Introduction
"Myalgic encephalomyelitis" continues to provoke strong opinions in the medical press'2 and intense interest in the lay media, as it has for the past four decades. The condition, variously named epidemic neuromyasthenia, Icelandic disease, benign myalgic encephalomyelitis,3 Royal Free disease,4 and epidemic myalgic encephalomyelitis,' is more appropriately referred to as the postviral fatigue syndrome. Clinical descriptions include a vast array of symptoms and signs but the two main features that emerge are fatigue and emotional disturbance. 8 The condition may be epidemic4 6 or sporadic.90 In this paper we reconsider some of the arguments surrounding the postviral fatigue syndrome and suggest a starting point from which constructive knowledge may be gained. The humiliation perceived in the attachment of a psychiatric "label" reflects poorly not just on these doctors but on psychiatrists, who have failed to influence such attitudes in both their colleagues and the public. This is ironic given that medical professionals are overrepresented among cases of the disorder. Possible explanations include increased awareness of the condition, access to medical specialists, exposure to infection, or features ofpersonality and background which may be manifested by an increased incidence of psychiatric disorder. In addition, we believe that understanding of the postviral fatigue syndrome has been hindered by doctors who suffer from the condition also researching it. Though medical training affords insight into the subjective effects of illness, it is axiomatic that objectivity is not similarly enhanced.
Archer, writing trom a general practice viewpoint, has argued convincingly that a balanced approach is required and has warned against the tendency to emphasise the "genuine" nature of the syndrome as opposed to dismissing it as a "functional" disorder. 46 Recent investigators have stated that patients "previously had an excellent personality" or that they "were all known to have good premorbid personalities [which] made us consider an organic cause for their illness."6 Premorbid personality neither confirms nor refutes an organic aetiology. It is not surprising, given this misguided stance, that patients and doctors have rejected a psychiatric component in the aetiology, as they seem to believe that this implies a "bad" premorbid personality.
It is time for a non-judgmental, eclectic approach which acknowledges the many possible interactions between psychological and physical influences on health, each of which needs further elucidation.
Research strategies
Well designed studies are required with contributions from specialists across disciplines.5 These must incorporate (a) clearly defined operational criteria,l8 perhaps using our suggestions as a framework with emphasis on fatigability and psychological symptoms, onset, and course; (b) explicit information on the populations from which cases are drawn-a valuable start has been made with primary care based studies; and (c) standardised instruments with proved validity and reliability for assessing symptoms.
Given these basic design requirements, exploratory case-control studies should clarify the postulated risk factors and associations -for example, viral infection, prior psychological state,547 occupation, immune state, and so on. Outcome studies of people with identified risk factors such as Epstein-Barr27 and Coxsackie virus infection should resolve some of the most important aetiological issues. Also follow up to learn the natural history of diagnosed postviral fatigue syndrome is needed as it is inevitable that a minority of patients will turn out to have known neurological conditions such as multiple sclerosis. 5 The results of these investigations will then permit the proper application of highly specialised tests, such as nuclear magnetic resonance scanning, single fibre electromyography, and electron microscopy.
Conclusions
Partisan viewpoints have contributed little to illuminating the pathogenesis and treatment of the postviral fatigue syndrome and have added to patients' distress. Though we are proposing a "new approach," scientific advances can come only from epidemiological and clinical studies that adhere to well tried, basic methodological (Accepted 16 September 1987) Lesson of the Week Crohn's disease presenting as anorexia nervosa A P JENKINS, J TREASURE, R P H THOMPSON As there is no diagnostic test for anorexia nervosa other causes of anorexia and weight loss should always be considered before anorexia nervosa is diagnosed. Crohn's disease of the intestine may be mistaken for anorexia nervosa,'-3 and we report four cases.
Case reports CASE 1 A woman aged 21 was admitted to a psychiatric ward in 1966 with a three year history of anorexia, amenorrhoea, and weight loss. She also, however, complained of intermittent abdominal pain, constipation, and episodes of diarrhoea. She had been investigated in 1964, when her erythrocyte sedimentation rate was raised but barium studies were not performed.
Psychiatric assessment showed her to be conscientious, strong willed, and independent, and her mother was overpossessive. She was thin, weighing 27-2 kg or 53% of her desirable body weight for height. She had a tender mass in the right iliac fossa. The results of clinical investigations were haemoglobin concentration 71 g/l (normal 120-150), erythrocyte sedimentation rate 60 mm in the first hour (normal 0-7), plasma total protein concentration 54 g/l (normal 61-77), serum iron concentration 11 [imol/l (normal 13-32), serum folate concentration 4 ,ug/l (normal 4-10), and vitamin B12 concentration 430 ng/l (normal 150-1000).
She was initially treated with chlorpromazine and modified insulin treatment, but she did not respond and developed overt steatorrhoea.
A small bowel meal showed a fistula between the mid-small bowel and sigmoid colon, and laparotomy showed Crohn's disease of the terminal ileum, caecum, and descending and sigmoid colon. A modified right hemicolectomy and resection of the descending and sigmoid colon were performed. Subsequently her symptoms improved appreciably, and she gained 15 kg over 10 months, achieving 80% of her desirable body weight. Later, however, she experienced recurrent relapses and in 1980 required extensive resection of the small bowel. Interestingly, she also developed Crohn's disease may be mistaken for anorexia nervosa symptoms of mild schizophrenia, with recurrent psychotic episodes occurring typically during exacerbations ofher Crohn's disease, perhaps as a result of treatment with steroids.
CASE 2
A woman aged 37 was admitted to hospital in April 1986 with a three year history of anorexia, weight loss, diarrhoea, amenorrhoea, and Raynaud's phenomenon. She had been previously found to have iron deficiency anaemia (haemoglobin concentration 90 g/l), but the results of a small bowel meal and the histological appearance ofa biopsy specimen of the small bowel had been normal. After the death of her father in 1986 she developed a depressive illness and was transferred to psychiatric care, where anorexia nervosa was also diagnosed.
Her psychiatric treatment was interrupted by an abscess in the left groin, which required surgical drainage. She was subsequently unable to tolerate a dietary regimen for anorexia nervosa owing to colicky abdominal pain, diarrhoea, and vomiting. Her weight had fallen to 34 kg (68% of her desirable body weight). The results of clinical investigations were haemoglobin concentration 126 g/l, white cells 12 8x lO9/l, erythrocyte sedimentation rate 47 mm in the first hour, serum albumin concentration 38 g/l (normal 41-51) serum iron concentration 6-3 itmol/l, iron saturation 10% (normal 18-71), red cell folate concentration 355 ,tg/l (normal 135-750), and serum vitamin B12 concentration 285 ng/l. A small bowel enema showed two strictures in the ileum.
Laparotomy and resection of the ileal strictures were performed, and histological examination confirmed Crohn's disease. The gastrointestinal symptoms rapidly settled, and she gained 7 kg in weight over the next seven months, achieving 82% of her desirable body weight. CASE 
3
A girl aged 13 was admitted to a psychiatric ward in 1986 with a prolonged history of poor food intake, nausea, vomiting, and reduced weight and height for her age. She had been constipated but recently had had loose stools. She had not experienced menarche.
